SUMMARY Blood samples were taken for haemostatic analysis from 225 patients with angina pectoris who were admitted to hospital for coronary angiography. thromboglobulin, platelet factor 3, platelet factor 4, factor VII:C, factor VIII:C, von Willebrand factor antigen, activated partial thromboplastin time, fibrinogen, antithrombin III, protein C:Ag, plasminogen, and antiplasmin were measured before angiography. Patients who had had a myocardial infarction in the two months before the investigation were excluded from the study. Multiple linear regression analysis showed that none ofthe haemostatic variables contributed independently to the prediction of an angiographic score that indicated the extent of coronary atherosclerosis. History of myocardial infarction, male sex, worsening of angina pectoris, serum triglycerides, and ejection fraction were independently associated with the angiographic score. There were some significant correlations between haemostatic variables and conventional risk factors for coronary heart disease.
detect increased concentrations of platelet factor 4, ,B thromboglobulin, and fibrinopeptide A in a group ofpatients with abnormal coronary angiograms without previous myocardial infarction. 6 We have measured several haemostatic variables in blood samples from 225 patients with angina pectoris. All of them also had coronary angiography within the next two days. We graded the extent of coronary atherosclerosis according to an angiographic score and studied the associations of this score with different clinical variables as well as the haemostatic tests. Thus the aim of this study was to find out, in a cross sectional survey, whether there was a relation between stenotic disease and clotting activity.
Patients and methods

PATIENTS
We studied men and women of all ages with angina 288 who were admitted to hospital for coronary angiography. We excluded patients with non-cardiac diseases likely to cause death within one year, right heart failure with peripheral oedema, valve defects, or acute myocardial infarction within the preceding two months. Angina was described as "worsening" if the patient said that the attacks of chest pain had increased in frequency or in severity within recent weeks. Blood was drawn in the morning from patients at rest who had fasted and not smoked for at least eight hours. A record was kept of any drugs, particularly anticoagulants and platelet inhibitors, taken within 10 days before blood sampling.
CORONARY ANGIOGRAPHY
Left ventricular catheterisation and coronary angiography were performed percutaneously from the femoral artery according to the Judkins' technique.7 Coronary atherosclerosis on the arteriograms was scored from 1 to 5 as (1) no changes, (2) less than 50% stenosis (diameter reduction) in one or more vessels, (3) at least 50% stenosis in one vessel, (4) at least 50% stenosis in two vessels, and (5) Lack of association between haemostatic variables and the presence or the extent of coronary atherosclerosis 289 to the study. Thirty eight were excluded because angiograms or other relevant documents were lost (n = 12), blood sampling was inadequate (n = 14), or incompatibilities with the entry criteria were detected after entry to the trial (n = 12). Table 1 summarises the main clinical data of the 225 patients. Ninety nine patients of this group described themselves as ex-smokers and 42 were active smokers. The men were 52 4 (7-1) years old, and the women 52-9 (6 6) (mean (SD)). INDEPENDENT 
Discussion
In the present study we found no associations between the extent ofcoronary atherosclerosis and an activation of the haemostatic system, either for activation of the platelet and coagulation system or for depression of the fibrinolytic system. These results may seem to be in conflict with recent experimental, angiographic, and histological studies of coronary thrombosis in unstable angina pectoris, acute myocardial infarction, and sudden cardiac death.'245 But none of our patients had an acute myocardial infarction and only a few of them had unstable angina. It is conceivable that myocardial ischaemia is a more important determinant of the activation of the haemostatic system than the extent of anatomical obstruction.518 Earlier studies did not demonstrate a relation between the extent of coronary atherosclerosis and concentrations of platelet Lack of association between haemostatic variables and the presence or the extent of coronary atherosclerosis 291 epidemiological work3 that suggests that individual clotting factors influence the development of coronary heart disease.
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